gether with dexamethasone, 0 5 mg b.d. This combination of drugs produced a remarkable improvement, with disappearance of pulmonary signs and symptoms and return of the skin condition to its improved state. By 30.7.62 she was suffering from extreme loss of hair; the dexamethasone was changed to prednisolone, 7-5 mg daily, and subsequently the hair grew well and the general improvement was maintained. The mother herself, having observed the disease over many years, was of opinion that there were cycles when the skin completely peeled and when there was extreme loss of hair, and from experience she considered that these events were part of the natural evolution of the disease. Investigations (16.11.62 Fig 1) .
The child's mother showed no clinical, radiological or biochemical evidence of hypoparathyroidism. 
Discussion
The initial low serum calcium concentration coupled with a relatively high plasma phosphate and an almost complete absence of urinary calcium made the diagnosis of hypoparathyroidism most likely although there was no overt or latent tetany. The response to parathyroid hormone indicated that the infant did not have pseudohypoparathyroidism. The age excluded a diagnosis of neonatal tetany (Wilkins 1957) and, since investigations of maternal parathyroid function were normal, he appears not to come into the type of case reviewed and described by Ludwig (1962) , in which persistent infantile hypoparathyroidism was secondary to maternal hyperparathyroidism. In hypoparathyroidism phosphatase activity is either low or normal (Albright & Reifenstein 1948); it is not so in this case and this is difficult to explain. The aim of the low calcium diet was to stimulate the mobilization of calcium from bone by any functional parathyroid tissue. The effect produced was unusual. Blood levels of calcium and phosphate were maintained and it appeared that there was some stimulation of bone cell activity, although the rise in alkaline phosphatase activity was not accompanied by a change in plasma citrate concentration, the latter being claimed as an indirect measure of parathyroid activity by Neuman et al. (1956) . While the alkaline phosphatase was rising the phosphate-creatinine index and urinary excretion of phosphate were low in relation to plasma phosphatase levels.
There are several possible explanations for these findings. It may be that the hypoparathyroidism was fractional and the deficiency confined to the moiety which acts on renal tubular phosphate turnover rather than the release of calcium from bone (Davies & Gordon 1953) . The concept of two parathyroid hormones in man, one acting on the kidney and the other on bone, has recently received some support from Mc-Geown (1962), who described hyperparathyroidism which involved only the bones and apparently left the kidneys unaffected. On the otherhand, Rasmussen does not accept this idea, finding three active polypeptide fractions in extracts of animal parathyroids, each with an action on calcium mobilization and phosphate excretion (Rasmussen & Reifenstein 1961) .
The tremendous rise of alkaline phosphatase activity might alternatively be due to increased bone cell activity such as occurs in rickets and might indicate that osteoid tissue was not undergoing calcification, these changes not yet being evident radiologically.
